Atherogenesis and hypertension.
Low-density lipoprotein (LDL) is essential for the regulation of cellular cholesterol homeostasis. Intracellular LDL cholesterol metabolism is achieved by the action of lysosomal enzymes. The hydrolytic cleavage of cholesterol is apparently suppressed in the smooth muscle of arterial vessels of hypertensive animal models, contributing to atherosclerosis. The change in the hydrolytic activity of the enzymes can be reversed by Ca2+ antagonists which also lower increased blood pressure. Thus, a blood pressure lowering effect of calcium antagonists may explain the antiatherosclerotic action of these agents. Preliminary data, using platelets as a model for studies on LDL action, suggest that LDL induces rapid cellular activation via phosphatidylinositol turnover.